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On Structure of f-amyloid Peptide after
Interaction with Membrane Lipid

SHI Jing-ming
Plateau Environment and Diseases Related Genes Research Laboratory , School of Medicine ,
Xizang Minzu University , Xian'yang Shanxi 712082, China

Abstract: Electrophoresis is often used to analyze the structure and state of A oligomers which bind and adsorb

with membrane. However, due to the presence of denaturing SDS, oligomers are easily broken during electropho-

resis, which makes it very hard to get true AR aggregate states. So cross-linking was used to steady the structure

state. In this paper, bis(sulfosuccinimidyl) (BS’) is used to cross-link AB42 oligomers before electrophoresis.

These result compared with a previously reported AB crosslinking agent glutaraldehyde. Electron microscopy and

liposome were used to observe the crosslinking results. It is quite apparent that BS® is more sensitive in detecting

intra-membrane AB oligomers and extra-membrane AB oligomers states. BS’ crosslinking with AR which would

provide an efficient method to analyze AR protein and other easily aggregated proteins in vivo and in vitro studies.

Key words: amyloid-8 Peptide; BS’; oligomer; liposome; crosslink
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